Autism is marked by impairments in social reciprocity and communication, along with restricted, repetitive and stereotyped behaviors. Prior studies have separately investigated social processing and executive function in autism, but little is known about the brain mechanisms of cognitive control for both emotional and nonemotional stimuli. We used functional magnetic resonance imaging to identify differences in neurocircuitry between individuals with high functioning autism (HFA) and neurotypical controls during two versions of a go/no-go task: emotional (fear and happy faces) and nonemotional (English letters). During the letter task, HFA participants showed hypoactivation in the ventral prefrontal cortex. During the emotion task, happy faces elicited activation in the ventral striatum, nucleus accumbens and anterior amygdala in neurotypical, but not HFA, participants. Response inhibition for fear faces compared with happy faces recruited occipitotemporal regions in HFA, but not neurotypical, participants. In a direct contrast of emotional no-go and letter no-go blocks, HFA participants showed hyperactivation in extrastriate cortex and fusiform gyrus. Accuracy for emotional no-go trials was negatively correlated with activation in fusiform gyrus in the HFA group. These results indicate that autism is associated with abnormal processing in socioemotional brain networks, and support the theory that autism is marked by a social motivational deficit.
Introduction
Autism spectrum disorders (ASD) are neurodevelopmental disorders characterized by impairments in social reciprocity, interaction and communication, and restricted/repetitive interests and behaviors. A prominent feature of ASD is an inability to implement socially appropriate behaviors or choose the most fitting behavioral response in a given social situation. Such behavioral flexibility requires the identification of facial expressions, eye movements, and body posture, coupled with the cognitive control mechanisms provided by executive functions (EF) such as planning, monitoring, and inhibiting prepotent responses.
Studies indicate altered functioning within brain regions responsible for socioemotional and EF processes in autism (Dichter and Belger, 2007; Dichter et al., 2009; Kana et al., 2007; Kleinhans et al., 2009; Schmitz et al., 2006; Shafritz et al., 2008) , but most have investigated social and emotional aspects of human behavior apart from the cognitive control mechanisms necessary to implement appropriate behaviors. Therefore, little is known about the underlying neural processes that bridge cognitive control mechanisms with emotional processing in ASD. It is also unclear whether social impairments in ASD are related to emotion recognition deficits; some studies document impaired emotional recognition (Ashwin et al., 2006a; Pelphrey et al., 2002; Rump et al., 2009) , while others show no impairments (Ashwin et al., 2006b; Corbett et al., 2009; Geurts et al., 2009; Monk et al., 2010; Wang et al., 2004) . Previously observed deficits in emotional face recognition may be driven primarily by impairments in rapid decision-making with social stimuli, rather than a deficit in emotion recognition, per se (Clark et al., 2008) . Prominent theories explaining emotion recognition deficits in autism invoke hypoactivity in the fusiform gyrus during face processing tasks (Corbett et al., 2009; Pelphrey et al., 2007; Schultz et al., 2000) , but not all evidence supports this notion (Duerden et al., 2013; Hadjikhani et al., 2004; Perlman et al., 2011) .
Another proposal suggests that a motivational deficit in which social information is not rewarding may underlie social impairments in ASD (Dawson et al., 2005) , but limited evidence supports this hypothesis. There is some indication of diminished neural responses in the nucleus accumbens/ventral striatum during the anticipation of social reward (Richey et al., 2014) and during a social reward learning task (Scott-Van Progress in Neuro-Psychopharmacology & Biological Psychiatry 60 (2015) 112-120 
